Abstract
The symptomatology of a case of acute infection with Helicobacterpylori is described, together with the accompanying changes in gastric mucosal histology, local and systemic humoral immune response, and gastric ascorbic acid concentration. The patient was an endoscopist, previously negative for the carbon-14 urea breath test, who had a week of epigastric pain and then became asymptomatic. H 3 .00 am and 5.00 am. They were transiently exacerbated but then relieved by eating. The symptoms began to ease on day 5 and had completely resolved by day 7 . ENDOSCOPIC 
FINDINGS
Upper gastrointestinal endoscopy on day 5 showed only gastric erythema and a gaping pylorus. Aspirated gastric juice was neutral with a pH of 7 0. On day 14 gastric erythema was still present but less pronounced, and gastric juice had a pH of 7 5 . At day 74 endoscopic appearances were within normal limits, and aspirated gastric juice was acid with pH 2.
It is now widely accepted that Helicobacter pylon' is the cause of chronic gastritis,' and a large proportion of the world population is chronically infected with this organism. Results Before the illness fasting gastric juice ascorbic acid and total vitamin C concentrations were approximately equal to plasma, and rose rapidly after intravenous ascorbic acid (Table, Fig 4) . At 37 days ascorbic acid was scarcely detectable in gastric juice either fasting or after injection, although a small amount of total vitamin C was recovered from gastric juice after injection (Table) . Gastric juice pH remained neutral throughout. At 161 days gastric juice was once more of acid pH but both ascorbic acid and total vitamin C concentrations remained low and rose only slightly after intravenous ascorbic acid ( That H pylon associated gastritis represents a failure of secretion and not merely pH dependent destruction of ascorbic acid is confirmed by the fact that gastric juice ascorbic acid concentration remained low and incremented poorly even when recovery from hypochlorhydria had occurred at 161 days. Initially the poor ascorbic acid secretion* was paralleled by a failure of hydrogen ion secretion, but there is evidence that the two secretory mechanisms are independent2' and this is supported by the findings here at 161 days.
There is some evidence that H pylori does not tolerate high ascorbic acid concentrations well,22 and thus a reduction of ascorbic acid concentration in the stomach may favour its survival. The effect on the host is to decrease antioxidant potential in gastric juice and remove a putative protective factor against gastric cancer. This may be an important factor in the association between chronic gastritis and gastric cancer.
We conclude that infection with H pylori gives rise to a distinctive syndrome of cramping epigastric hunger pains which are accompanied by a transient fasting achlorhydria and a characteristic histological picture of acute neutrophilic gastritis. The organism may be difficult to find during the period of hypochlorhydria. The symptoms are self limiting, but infection may become chronic and is accompanied by first a local and then a systemic immune response. Gastric antioxidant defences in the form of gastric juice ascorbic acid are impaired.
